HIV establishes a state of latency defined as period of non productive replication respectively (Fig.1a) . The virions released from infected activated astrocytes are 73 infectious as they infected activated PBMCs (Fig. 1b) 11 relative to cyclin D1 (CCDN1) in PDAs by real time PCR (Fig. 3a) . We show that
122
HDAC2 had the highest mRNA expression with ~9 fold increase, while HDAC11 mRNA 123 expression was barely detectable (Fig. 3a) . Expression levels of all other HDACs were slightly lower than CCDN1, except HDAC8 which was similar to CCDN1 (Fig. 3a) . U87MG, while HDACs 3, 6 and 7 were undetectable (Fig.3b, 3c) . These data indicate 129 that HDAC2 is expressed at the highest levels compared to HDAC1 and HDAC4 in both 130 cell types (Fig. 3b, 3c active on class I HDACs, exhibited no effect on LTR activity (Fig. 4d) . Similarly 144 MC1568, another selective class II HDAC inhibitor, had no effect on LTR activity ( Fig.   145 4e). These results suggested that class II HDACs are not involved in silencing of HIV
146
LTR in U87MG astrocytic cells. Salermide and splitomycin, the two well known class III HDAC inhibitors (54,55), also had moderate to no effect on HIV LTR (Fig. 4f,g ) 148 indicating that sirtuins do not play a role in epigenetic silencing of LTR. Furthermore, an 149 HDAC8 (class I) specific inhibitor, 1-naphthohydroxamic acid (40), had no effect on 150 stable LTR in U87MG cells at various concentrations tested (Fig. 4h) . We could not test 
171
(EHMT1) a H3-K9 monomethyltransferase (58, 59) had no effect on HIV LTR activity in 172 these cells (Fig 5a-d) . Chaetocin, a potent HMT inhibitor (41) PBMCs, indicating that HIV within PDAs is reactivated and is infectious (Fig 6d) 
